Rat liver cytosolic alcohol dehydrogenase (ADH) is the principal enzyme which catalyzes the oxidation of ethanol. ADH activity is known to be significantly higher in females than in males. However, the precise mechanism of the sex-difference in ADH activ ity is uncertain. Recently, we have shown that the inhibitory action of androgen and the slight facilitatory actions of progestin and estrogen are involved in the mechanism of sex-dif ference in adult rat liver ADH activity. In the present study, we studied the difference of the postnatal developmental changes of ADH activity between males and females. ADH activity increased rapidly after birth up to about 12d of age, and was not different in the two sexes. In female rats, ADH activity peaked at about 30d of age and then increased gradually to plateau levels. However, the ADH activity of male rats fell markedly between 30 and 45d old, and the reduced enzyme activity was observed until 104d old. In conclusion, the ADH activity of male rats fell between 30 and 45d after birth. At the ages over the turning point, the ADH activity was significantly lower in male than in female rats.
Alcohol dehydrogenase (ADH; alcohol: NAD+ oxi doreductase, EC 1.1.1.1) is a dimeric zinc-metalloen zyme principally responsible for ethanol oxidation in mammals. Although the exact physiological role of ADH is still unknown, ADH catalyzes the reversible in terconversion of a variety of alcohols and their corre sponding aldehydes and ketones (1, 2). Further, ADH catalyzes the oxidation or the reduction of a variety of physiological endogenous steroidal and non-steroidal substrates in addition to ethanol (1, 2). Three major classes of ADH have been identified on the basis of their electrophoretic mobilities, kinetic properties, substrate specificities and tissue distribution (1, 3, 4). The class I ADH enzyme is the most abundant in the liver and ac counts for the majority (about 96%) of total ADH activ ity in the liver (1, 4). The class I ADH enzyme is also known to be most sensitive to inhibition by an ADH in hibitor, pyrazole (2). In the rat liver, there is a single class I ADH, while in the livers of humans and other an imals, there are multiple forms (1).
It is generally accepted that rat liver ADH activity is known to be significantly lower in males than in fe males (5) (6) (7) . Recently, we showed that the inhibitory action of androgen such as testosterone and the slight facilitatory actions of progestin and estrogen are in volved in the mechanism of sex-difference on ADH ac tivity (5 
